In a motile eukaryotic cell, secretory traffic is directed towards the front of the cell. New work shows that signals from the Golgi matrix play an important part in cell motility by allowing reorientation of the Golgi towards the direction of movement.
apparatus in terms of cellular signalling. There is a developing interest in the concept of cell signalling from intracellular platforms, largely made possible by recent advances in bio-imaging of signalling pathways. Most of this work has focussed on the endocytic compartment, but there is some evidence to suggest that the Golgi complex may also be a site of active cellular signalling [7] . GM130 is a fundamental component of Golgi structure and function, and Preisinger et al. [6] propose that this makes it well placed to integrate Golgi signalling -similar to the way scaffold proteins are thought to act in other signalling pathways. In keeping with this, all of the components of the YSK1 pathway that have been identified are resident Golgi proteins, and YSK1 is retained at the Golgi through its interaction with GM130.
Pioneering work on the polarisation of motile cells has shown that the small GTPase Cdc42 sets up a polarisation complex at the plasma membrane that includes Par6 and atypical protein kinase C. This primary event leads to the capture and stabilisation of microtubules at the leading edge, setting up the framework for polarised traffic [5]. Evidence for a role for the microtubule motor dynein in reorientation of the MTOC has led to the suggestion that translocation of the MTOC may be a plasma-membrane-directed eventa cellular 'tug-of-war' with dynein at the leading edge applying a dragging force on the MTOC through captured microtubules [8,9]. The work by Preisinger et al.
[6] shows that signalling from inside the cell is also required -at least for polarisation of the Golgi.
We can imagine a situation where primary polarisation cues initiated at the cell's leading edge are relayed to the Golgi complex, triggering a second set of signalling that controls the subsequent remodelling of the secretory pathway. The key question is whether the YSK1 pathway is actively engaged during cell motility, or whether it has a broader function in binding the Golgi complex to the MTOC. Preisinger et al. [6] show that 14-3-3ζ ζ is the relevant downstream target of YSK1. This gives a readout for activation of the YSK1 pathway, and it will be important to determine the cellular triggers for this phosphorylation of 14-3-3ζ ζ; specifically, it will be important to see if 14-3-3ζ ζ phosphorylation is increased at the onset of migration.
Not Preisinger et al.
[6] found that YSK1 activity is required for migration of fibroblasts in both two-dimensional wound-healing assays and three-dimensional collagen gel invasion assays. This suggests the possibility that polarised traffic in motile cells is not simply a function of spatial translocation of the Golgi apparatus, but also of additional MTOC-independent reorganisation. Manipulation of the YSK1 pathway provides a means of addressing this question. It will be interesting to see whether YSK1 is required for polarised secretion in fibroblasts moving through a three-dimensional matrix. It will also be interesting to examine the role of YSK1 in migrating cells where MTOC polarisation does not follow the fibroblast template.
We currently have a good basic understanding of the mechanics of intracellular traffic. Cell motility is an example of how the basic trafficking machinery can be remodelled to allow for complex cell behaviour. The work by Preisinger et al.
[6] demonstrates that it is in this plasticity of cellular traffic that we can expect to find roles for cellular signalling. 
